Background: Deficits in lexical retrieval, present in approximately 40% of HIV+ patients, are thought to reflect disruptions to frontal-striatal functions and may worsen with immunosuppression. Coupling frontal-striatal tasks such as lexical retrieval with functional neuroimaging may help delineate the pathophysiologic mechanisms underlying HIV-associated neurological dysfunction. Objective: We examined whether HIV infection confers brain functional changes during lexical access and retrieval. It was expected that HIV+ individuals would demonstrate greater brain activity in frontal-subcortical regions despite minimal differences between groups on neuropsychological testing. Within the HIV+ sample, we examined associations between indices of immunosuppression (recent and nadir CD4+ count) and task-related signal change in frontostriatal structures. Method16 HIV+ participants and 12 HIV− controls underwent fMRI while engaged in phonemic/letter and semantic fluency tasks. Participants also completed standardized measures of verbal fluency Results: HIV status groups performed similarly on phonemic and semantic fluency tasks prior to being scanned. fMRI results demonstrated activation differences during the phonemic fluency task as a function of HIV status, with HIV+ individuals demonstrating significantly greater activation in BG structures than HIV− individuals. There were no significant differences in frontal brain activation between HIV status groups during the phonemic fluency task, nor were there significant brain activation differences during the semantic fluency task. Within the HIV+ group, current CD4+ count, though not nadir, was positively correlated with increased activity in the inferior frontal gyrus and basal ganglia. Conclusion: During phonemic fluency performance, HIV+ patients recruit subcortical structures to a greater degree than HIV − controls despite similar task performances suggesting that fMRI may be sensitive to neurocompromise before overt cognitive declines can be detected. Among HIV+ individuals, reduced activity in the frontal-subcortical structures was associated with lower CD4+ count.
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Introduction
While the number of HIV-infected patients who present with HIVassociated dementia has declined dramatically since the introduction of highly active antiretroviral therapy (HAART), approximately 50% of patients will still continue to present with primarily mild-to-moderate degrees of neurocognitive impairment (Harezlak et al., 2011; Heaton et al., 2010; Heaton et al., 2011; Robertson et al., 2007) . Characteristically, the types of cognitive problems observed in HIV+ adults reflect that of frontal-subcortical dysfunction (Grant and Heaton, 1990; Hestad et al., 1993; Paul et al., 2003; Reger et al., 2002) involving frontalsubcortical networks (Ances et al., 2006; Ernst et al., 2002; Lentz et al., 2009; Melrose et al., 2008; Paul et al., 2002) . Additionally, smaller caudate volume has been correlated with poorer performance on cognitive tests in patients with advanced HIV disease (Ances et al., 2006; Kieburtz et al., 1996; Paul et al., 2002) . Among individuals with a diagnosis of AIDS, thinning of the prefrontal cortex in particular has been associated with the severity of cognitive impairment (Thompson et al., 2005) .
Cognitive tasks such as verbal fluency that require intact frontalstriatal circuitry (e.g., Henry and Crawford, 2004; Millikin et al., 2004; Wecker et al., 2005) have been shown to be sensitive to HIVassociated neurocognitive impairment. Verbal fluency is an executive- 
